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[ Abstract |

special ester bond of phospholipids. The present studies indicate that there is close relationship between

Phospholipase A, (PLA,) is a family of enzymes which catalyzes the hydrolysis of the

PLA, and mammalian nervous system. It expresses extensively in nervous system, particularly abundant
in the hippocampus, and plays an important role in maintaining the normal functions of neurons. Under
pathologic status in the nervous system, increased or decreased activities of various PLA, isozymes can e-

voke neuropathies in various extent. The researches indicate that some PLA, inhibitors can be used for

the treatments of nervous system diseases.
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